concentration and the two other major mortality categories in this study-deaths from coronary heart disease and alcohol related deaths-is notable. Nevertheless, the published evidence for raised uric acid concentration as a risk factor for coronary heart disease is conflicting.9
Alcohol, on the other hand, is usually considered to raise the serum urate concentration. Alcoholics have an increased incidence of hyperuricemia,"' and hyperuricemia in clinical settings is regarded as an indicator of alcohol abuse." 12 According to Lieber, alcohol raises the lactate concentration in serum thus hampering the renal excretion of uric acid.'3 One study, however, reported an enhanced renal excretion of uric acid in liver cirrhosis '4 and in some population studies no correlation is found between (self reported) alcohol consumption and serum urate concentration."5 16 Our findings indicate that there are no strong associations between raised serum urate concentration and advanced stages of alcohol related diseases.
Further studies are necessary to substantiate the relation between urate and fatal neoplasia in larger groups with different types of tumours. The clinical significance of the findings may be limited because of the need for large, age and sex matched reference materials. Nevertheless deflection within the TP segment, negative to the PR segment and separate from the T and P waves.9 The electrocardiographic changes were interpreted and drawings of isopotential areas made by members of the team who were unaware of the angiographic findings. It is argued that ST segment depression will not occur in a previously infarcted area. Such an area is recognisable by the presence of Q waves, which indicate, in most cases, total or partial obstruction of the coronary artery supplying that territory. The appearance of inverted U waves during exercise was included as a criterion because, although uncommon, it indicates myocardial ischaemia.9
Coronary arteriography-All patients in the study underwent left ventriculography and coronary arteriography according to the technique of Judkins52 or Sones and Shirey.13 A coronary lesion was considered to be haemodynamically significant if occlusion or stenosis was -> 5000. The members of the team who interpreted the angiograms were not aware of the electrocardiographic findings. Patients with stenosis of the left main stem were classified as having the equivalent to disease of the left anterior descending or diagonal artery, or both, plus disease of the circumflex artery.
Results
Coronary angiography showed the presence of appreciable coronary lesions-that is, lesions with occlusion or stenosis > 500°/' of the diameter of the lumen-in 124 patients. The remaining 26 patients had either normal coronary arteries or lesions with less than 50°stenosis.
The exercise electrocardiograph yielded a sensitivity of 980' and a specificity of 88°% (table I) . Two factors played an important part-namely, the position of the leads on the chest wall and the combination of the three separate electrocardiographic criteria of myocardial disease. The position of the leads was such that they appeared to reflect electrical changes in the three main coronary artery territories, thus providing the spatial information. By using multiple 11 criteria the accuracy was improved. Reliance on ST segment changes alone would have resulted in 20u/o of appreciable lesions being missed (table III) ; reliance on lead C3 (conventional V5) alone would have resulted in 25°of the lesions in the left anterior descending or diagonal artery being missed. Although the criteria used resulted in a high sensitivity, this was not at the expense of any considerable loss in specificity (tables I and II). The patients studied had chest pain suggestive of angina, and there were only 14 women: false positive results are common in women. 15 The results of this investigation cannot necessarily be extrapolated to other patient populations selected by other criteria. In patients without chest pain the prevalence of the disease will be lower and thus the test would probably have a decreased predictive value. 16 17 The results suggest that this test may be used in patients who are taking beta blocking agents. This is important since many patients referred for investigation of chest pain are taking these drugs and there is a recognised risk of withdrawing them abruptly. The exact effect of these drugs on the sensitivity and specificity of the test has still to be determined by doing the test in the same patients before and after administration of beta blocking agents.
The high sensitivity and specificity achieved by this technique ( (table II) . This is of considerable importance since surgery increases longevity in patients with left main stem or three vessel disease. '8 The lack of any contribution of the upper leads to the accuracy of the test suggests that they might be omitted. A 12 lead system would be cheaper and easier to handle and could be set up in any hospital equipped with three channel recorders. The test described in this paper is an objective non-invasive investigation, easy to perform, and repeatable at frequent intervals. It may be used in clinical trials that in the past have used end points such as myocardial infarction or death. In addition, it may provide not only a screening test for the selection of patients for angiography but also a more objective test for postoperative follow up and a better understanding of the natural history of ischaemic heart disease. Effect of daily oral omeprazole on 24 hour intragastric acidity R P WALT, M DE F A GOMES, E C WOOD, L H LOGAN, R E POUNDER Abstract Twenty four hour intragastric acidity was measured in nine patients with duodenal ulcer before and after one week of treatment with oral omeprazole 30 mg daily, a drug that inhibits gastric secretion by inhibition of parietal cell H+K+ adenosinetriphosphatase (ATPase). Omeprazole virtually eliminated intragastric acidity in all patients: the median 24 hour intragastric pH rose from 1-4 to 5-3 and the mean hourly hydrogen ion activity fell from 3850 to 195 mmol(mEq)/l (p <0-001). This inhibition of 24 hour intragastric acidity is more profound than that previously reported with either cimetidine 1 g daily or ranitidine 300 mg daily.
Introduction
Omeprazole is a new substituted benzimidazole (fig 1) . Substituted benzimidazoles inhibit the action of the enzyme H+K+ adenosinetriphosphatase (ATPase), which is postulated to be the proton pump of the parietal cell.'-7 Omeprazole inhibits both basal and pentagastrin stimulated acid secretion in normal In earlier 24 hour studies with cimetidinell 12 and ranitidine'3 we defined the effective dose of these antisecretory drugs before the start of clinical trials: both H, receptor antagonists decrease mean intragastric hydrogen ion activity by approximately two thirds over 24 hours in patients with duodenal ulcer. Omeprazole appears to be a more potent inhibitor of acid secretion than either cimetidine or ranitidine.' In the present study we measured the effect of a daily oral dose of omeprazole 30 mg on 24 hour intragastric acidity.
Patients and methods
Nine men with endoscopically diagnosed duodenal ulcers in remission were studied. The mean age of the patients was 47-4 (range 22-66) and their mean weight 69 
